SUMMARY We report 8 infants with immediate hypersensitivity reactions to foods (milk, egg, or peanut), occurring at the first-known exposure. Each developed symptoms within the first hour, but these generally settled within 2 hours. Sensitisation to the food concerned was demonstrated by positive immediate allergen skin prick tests in every case. Symptoms experienced included irritability, erythematous rash, urticaria, angio-oedema, vomiting, rhinorrhoea, and cough. Five infants were being followed prospectively and 4 were clinically tolerant of the food by age 16 months. The most likely route of sensitisation was via breast milk. None of the infants experienced similar reactions while being breast fed, suggesting that the reaction was dose dependent. As 5 out of a group of 80 infants being followed prospectively developed an immediate reaction at their first known exposure to a food, this appeared to be a not uncommon presentation of food hypersensitivity in infancy.
Food hypersensitivity reactions may occur in infants, often in association with other atopic manifestations.1 2 The occurrence of hypersensitivity reactions to ingested substances requires exposure of the immune system to the relevant antigen with the production of IgE antibodies. If such reactions occur in infants without known prior exposure to the substance, presumably sensitisation has occurred either prenatally, or in the postnatal period inadvertently or through the breast milk. There have been several anecdotal reports of reactions occurring in infants upon the first known exposure to cows' milk1 3-6 and egg.7 However, it is possible that the food, particularly cows' milk, might have been given previously in the neonatal period. In addition many of the reactions were not typical of IgE-mediated hypersensitivity. In particular, the eczematous manifestations noted by Kuroume et Table. All infants were breast fed for periods ranging from 3 to 12 months and each one reacted to the particular food on his first known exposure to it. In the cases of milk sensitivity the reaction was to the first foreign protein received.
The skin test reactions to the symptomatic foods are illustrated for the prospectively-studied infants in the Figure. Two (Cases 1 and 3) infants were skin-test positive to the food before the exposure. All the prospectively-studied infants were tolerant of the food concerned by 16 Immediate food hypersensitivity reactions on the first known exposure to the food 255 after 4 months. Inadvertent administration of foods is more likely with cows' milk and egg, the former particularly during the neonatal period. However, all infants with milk or egg sensitivity had been followed up prospectively since the neonatal period and feeding history had been carefully documented, particularly in regard to cows' milk supplementation. In the case of peanuts, it has been shown recently that although the peanut proteins themselves are allergenic, peanut oil, which might be given inadvertently, is non-allergenic.'3 It is most unlikely that the peanut-sensitive patients could be given peanut products unknown to the mother. Two infants developed reactions after initial negative skin tests although it seems unlikely that enough antigen would be introduced to sensitise these infants. Furthermore, all the infants followed prospectively were skin tested routinely every 4 months and 4 of 5 became negative to at least one food antigen, suggesting that skin tests were not the cause of sensitisation. We believe the most likely route of sensitisation was exposure to the food allergens through maternal breast milk.
The presence of food antigens in breast milk was described in 1930,14 and reconfirmed in recent reports both indirectly via skin tests using maternal breast milk6 8 and by direct demonstration of food antigens using specific rabbit anti-sera.15 _6 It appears that breast feeding may enhance both total'7 18 and specific17-19 IgE production. Jarrett's hypothesis20 provides an explanation for these findings. She proposed that small doses of antigen might stimulate helper T-cells and thus promote IgE production, whereas large doses of antigen stimulate suppressor T-cells, inhibiting IgE production. Our observations are consistent with this. IgE production was shown by positive skin tests in fully breast-fed infants, in whom the antigen dose is likely to be low, and the skin tests decreased in size or became negative when clinical tolerance was achieved.
Several authors have suggested that food allergens, particularly cows' milk, might produce symptoms in infants by passage through maternal breast milk.' 3 7 8 15 21 22 The clinical histories of our patients do not support this proposition. None of our infants, while breast fed, had a reaction similar to that encountered on first exposure to the food allergen. Although 3 of the infants had 'colic' (Cases 1, 2, and 8), this was generally intermittent and the duration of symptoms much shorter than the period of breast feeding. In addition none of the infants reported 'colic' as a symptom associated with the adverse reaction to the food concerned. Several infants also developed atopic manifestations while being breast fed, but again exposure to the food did not cause an exacerbation of these problems. (Figure) .
We have described 8 infants, each with an immediate hypersensitivity reaction to a food on the first known exposure, with the most likely route of sensitisation before maternal breast milk. Each had a reaction starting within the first hour of exposure and lasting only 1-2 hours, and all had positive allergen skin prick tests to the appropriate food, suggesting IgE mediation of the reaction. The identification of 5 cases in 80 prospectivelystudied infants of atopic parents indicates that this is not an uncommon manifestation of food hypersensitivity reactions in infancy.
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